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Three years prior to admission she presented to a local hospital with dehydration secondary to increased watery stomal effiuent loss and over the following 2 years she underwent an extensive number of investigations for this high output state. These included detailed endoscopic and imaging studies, which were repeated on several occasions. Significantly, there was no biochemical evidence of malabsorption, electrolyte imbalance or gut hormone secreting neoplasm. Laxative abuse was considered but urinary and faecal laxative screens were negative. The only abnormality identified was sub-total villous atrophy on jejunal biopsy which had Significantly improved on a glutenfree diet. However, the degree of residual jejunal inflammation was not considered sufficient to explain the nature and extent of her symptoms and the patient was referred to our centre.
On admission the patient was allowed an initial 48 h period of free oral intake followed by a 4-day fast with intravenous fluids only. A further 72 h period of free oral intake followed. During the study period fasting failed to reduce the stomal fluid output Significantly, but biochemical investigations repeatedly demonstrated a large stool osmotic gap, calculated from the measured stool osmolality -[2 X (Na+K)]. The patient's results ranged from 114-180 mosm/l indicative of underlying osmotic diarrhoea (Table 1 ). The stomal fluid magnesium output and concentration were consistently very high (range 119~236mmo1l24h and 90-118mmolll, respectively), with corresponding urinary magnesium outputs ranging from 0.8-6.1 mmol124h (reference range 2.5-8.5 mmoll 24 h). The plasma magnesium ranged from 0.69-0.79mmolll (reference range 0.7-1.0mmolll). Screens for stimulant laxatives were consistently negative by repeated high-performance TLC analysis of urine.
These results confirmed that the diarrhoea was caused by magnesium containing laxatives. 
Biochemical investigation of unexplained diarrhoea
Patients with chronic unexplained diarrhoea can present a difficult diagnostic and therapeutic challenge. Surreptitious laxative abuse is a frequent cause of this problem being present in up to 33% of patients evaluated for chronic unexplained diarrhoea in tertiary referral centres 1 ,2. Failure to make an early diagnosis of surreptitious laxative abuse may result in patients undergoing unnecessary and expensive investigations, including laparotomy '. In establishing a diagnosis of laxative abuse the single most important indicator is a high index of clinical suspicion", but the identification of the laxatives used is essential for confirmation of the diagnosis. Thin layer chromatography (TLC) techniques readily identify the stimulant group of laxatives, e.g. phenolphthalein and anthraquinones, in urine samples. However, there is a greater difficulty encountered in diagnosing abuse of osmotic purgatives, such as magnesium salts, which are an important aetiological feature in over 4% of patients with chronic diarrhoeas. In this situation, measurement of stool osmotic gap and magnesium output and concentration in stool water are useful diagnostic tests 6 . We report a case of chronic diarrhoea which eluded diagnosis despite intensive investigation over a 2-year period. The diagnosis of magnesium laxative induced diarrhoea was achieved after a planned hospital admission and the use of limited, but targeted, biochemical tests.
CASE HISTORY
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A 47-year-old woman was admitted for further review and investigation of persistent high output colostomy. Her background clinical history included adult onset coeliac disease, diagnosed at 33 years, and colostomy formation 
DISCUSSION
Laxative abuse is recognized as a common cause of chronic unexplained diarrhoea but confirmation of the diagnosis may require carefully planned inpatient investigation. Biochemical evaluation should include measurement of stool electrolytes (Na, K), osmolality and magnesium to rule out osmotic laxative abuse, in addition to routine urinary laxative screens which are designed to detect stimulant laxatives. In our patient, both faecal and urinary laxative screens had previously been done but osmotic laxatives were not specifically sought.
In this patient a persistently large stool osmotic gap was demonstrated distinguishing osmotic from secretory diarrhoea. Stomal fluid magnesium output and concentration were grossly elevated (> 119mmoll24h and >90mmolll, respectively) at levels considered diagnostic of magnesium laxative induced diarrhoea':". Fasting did not abolish the diarrhoea or influence the magnesium output, indicating the continued ingestion of the osmotic agent during admission. Though jejunal biopsy demonstrated sub-total villous atrophy, this finding would not account for the grossly elevated stomal fluid magnesium levels. In non-magnesium induced diarrhoeal states faecal magnesium output and concentration do not exceed 15 mmoll24 hand 50 mmolll, respectively--". In this patient, if all of the stomal fluid magnesium arose from losses due to jejunal inflammation, then rapidly developing magnesium deficiency would be expected. This was not apparent clinicallyand neither serum nor urinary magnesium levels were compatible with magnesium depletion 7 . In conclusion, magnesium laxative abuse should not be overlooked in the investigation of chronic unexplained diarrhoea. Simple biochemical measurements of stool electrolytes, osmolality and magnesium provide important diagnostic information.
